Familial polyposis coli (FPC=adenomatosis of the colon and rectum) is an autosomal dominantly inherited condition. Affected (that is, FPC with additional extracolonic lesions). 6 Little et al,7 using skin fibroblasts from two family members with Gardner's syndrome, found evidence for abnormal sensitivity to the lethal effects of X irradiation, ultraviolet light, and MMC. In contrast, Friedman et al found an unexpected insensitivity in FPC fibroblasts to the induction of sister chromatid exchanges (SCEs) by MMC, although cultures from one of four patients exhibited lowered cell survival compared with control cultures. By 1983 Sasaki's group had investigated cells from nine FPC patients; about 50% were found to show increased susceptibility to Received for publication 13 that there is no significant difference between the groups for MMC batches IV and V. Even if the results for 64LO are omitted as being non-representative of control cultures in general, the induced aberration rate in the FPC group is still not significantly higher than in the remaining controls.
The FPC cultures appear to fall into two groups, those from FPC4, 5, 8, 9 , and 10 showing a high level of damage, whereas cells from FPC3, 6, and 7 exhibit damage comparable to the controls excluding 64LO.
Discussion
In common with previous studies,5 8 The data on chromosome aberrations induced in fibroblasts are difficult to interpret. There is obviously a difference in activity between batches of MMC, but it is impossible to decide by how much this affects the results. As stated, the FPC cultures appear to fall into two groups, of high and low responders in terms of MMC induced damage. However, the fact that cultures FPC7 and FPC9, derived from brothers, fall into different groups suggests that this grouping is not entirely related to the FPC gene. It may depend also on cell cycle differences at the time of exposure, as the cultures were only semi-synchronised (by subculturing from confluent flasks at the start of the experiment). The interpretation is further confounded by the repeatedly high response of the control culture 64LO. This was derived from an apparently normal 11 year old boy, but in addition to the high response of MMC induced damage these fibroblasts also respond to long term treatment with the tumour promoter, 12-0-tetradecanoyl phorbol-13-acetate (TPA) by repeatedly cloning in agar at high frequencies,t4 suggesting that they are 'initiated' cells. This is an additional reason for considering 64LO to be somewhat different from the remaining eight control cultures. Since there is no proven increase in sensitivity to the cytotoxic effects of MMC, nor generally any differential increase in induced SCEs in lymphocytes or fibroblasts, it appears that people affected with FPC have no defect in DNA repair in response to this cross linking agent.
